The basal ganglia portions of cortico-striato-thalamo-cortical (CSTC) circuits have been implicated in the pathogenesis of Tourette syndrome (TS). Neuroimaging studies showed a decrease in caudate (Cd) nucleus volume in TS, but the cellular mechanism is unknown. We assessed the density of interneurons in the striatum of the postmortem TS brains and matched normal controls by unbiased stereological analyses. TS patients showed a deficit of both parvalbumin (PV)+ and cholinergic interneurons in the Cd and the putamen (Pt). Cholinergic interneurons were decreased in the associative and sensorimotor regions but not in the limbic regions of the striatum. The deficit of PV+ and cholinergic striatal interneurons may result in an impaired cortico/thalamic control of striatal neuron firing in TS. Aims: Propranolol is used for management of many cardiovascular disorders, pheochromocytoma, migraine headache prophylaxis. An experimental trial study was conducted to evaluate the anti-nociceptive effect of propranolol on formalin induced chronic pain in rats. Matherial and method: 35 male rats randomly divided into 7 groups and administered normal saline, propranolol(20 mg/kg),morphine(1,2,4 mg/kg), propranolol along with morphine, propranolol pretreated with naloxone (2 mg/kg) respectively. Formalin test was conducted to each animal 20 min after intraperitoneal injection and pain scores were recorded for 60 min. Results: Our findings showed that propranolol significantly decreased pain score as compared with control group only in 2nd phase of formalin induced pain (1.52 ± .060 vs 1.93 ± .039, p < 001). The anti-nociceptive effect of propranolol was the same as all three doses of morphine sulfate and was reversed by naloxone. Conclusion: According to our data, propranolol attenuates formalin induced chronic pain probably via the activation of opioid receptors. Although bone cancer pain is one of the most severe and common chronic pain conditions, the basic neurobiology of bone cancer pain is poorly understood. We used whole cell patch-clamp recording to investigate the functional changes of A-type voltage-gated K+ (Kv) channels and TRPV1 channel,which may play a fundamental role in determining the neural excitability, on acutely dissociated small DRG neurons. The results showed that A-type Kv currents were mainly expressed on the IB4-positive neurons, and the current densities were changed dynamically following bone cancer pain. The activating kinetics of the rapid inactivating A-type Kv channels was right shifted. In addition, capsaicin-activated currents have a tendency to be desensitized as a natural character. We found the capsaicin-induced currents were less desensitized in cancer than that in naive group when 0.5 muM capsaicin repeated treatment, indicating that TRPV1 channel was sensitized. Immunochemistry data showed the TRPV1 expression on DRG neurons was also increased. These findings may help us understanding the mechanisms involved in bone cancer pain. Significant alterations of sensory processing in the primary somatosensory cortex (SI) have been reported in neuropathic pain caused by peripheral nerve injury. However, it is unknown whether reorganization of synaptic structures in SI is associated with neuropathic pain. Partial sciatic nerve ligation (PSL) in mice markedly increased the sensitivity of injured paw to mechanical and cold stimuli at 1d after PSL and persisted for 1 month. An in vivo 2-photon imaging at layer 1 of SI showed that dendritic protrusions are highly motile whereas axonal boutons are stable during 3 h imaging after PSL. The motility of dendritic protrusions was significantly higher in PSL than in sham-operated group. Long-term imaging at 3d interval for 1 month revealed the elongation of axonal branch and formation of new boutons after PSL. Our data suggest that increased changes in synaptic structures in SI could be related to neuropathic pain behaviors, providing a morphological basis of synaptic plasticity in S1 following peripheral nerve injury. P3-p19 A novel COX-1 selective inhibitor for the treatment of neuropathic pain Hidenori Mochizuki, Naoki Izumimoto, Chihiro Yoshida, Naoyoshi Yamamoto, Ayano Watanabe, Yuko Togashi, Shunsuke Iwano, Kaoru Nakao, Yuji Sugawara Toray Industries, Inc., Japan TR-L-382 is a novel compound which demonstrated selective COX-1 inhibitory effects in human whole blood and washed platelets. Oral TR-L-382 showed analgesic effect in the mouse acetic acid writhing test with ED 50 of 4.6 mg/kg. TR-L-382 possessed statistically significant anti-allodynic effect at 1 mg/kg, p.o., in the mouse partial sciatic nerve ligation model. These effects were greater than those of gabapentin and pregabalin. Oral TR-L-382, at doses up to 100 mg/kg, did not exacerbate ulcer size in the bethanechol-induced mouse gastric ulcer model and did not show any statistically significant effect on spontaneous motor activity in the mouse wheel cage test. In addition, oral TR-L-382 showed a good PK profile in mice and no considerable acute toxicity and mutagenicity. These findings suggest that TR-L-382 is a unique, potent and safe analgesic compound which could be useful for the treatment of neuropathic pain. Activation of the trigeminal nerve in neurogenic inflammation triggered by extravasation of plasma protein has been hypothesized to be a key process of pain sensation of migraine. To investigate the neural pathway in the pain sensation, we evaluated the regional uptake of 2-[
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